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Introduction
The model of epilepsy induced in rats by lithium-pilocarpine (lipilo), features most clinical and neuropathological aspects of human temporal lobe epilepsy (Turski et al., 1989; Cavalheiro, 1995) . In adult rats, li-pilo leads to an acute phase of status epilepticus (SE) followed by a latent seizure-free phase lasting 14-25 days. Neuronal loss occurs in hippocampus, dentate gyrus, piriform and entorhinal cortices, septum, thalamus, amygdala and neocortex (Turski et al., 1989; Cavalheiro, 1995; Dubé et al., 2001) , which leads to reorganization and generation of a hyperexcitable circuit underlying the expression of spontaneous seizures in 100% of adult rats. When li-pilo SE is induced at postnatal day 21 (PN21), neuronal loss is less extensive and only about 60-70% of the rats develop spontaneous seizures after a latency of 65-75 days. In PN10 rats, SE does not lead to damage or epilepsy (Sankar et al., 1998; Dubé et al., 2001 ).
During li-pilo SE in adult rats, marked increases in local cerebral metabolic rates for glucose (LCMRglc) occur in regions prone to neuronal loss, while in other areas LCMRglcs increase moderately (Fernandes et al., 1999) . At PN10 and PN21, the pattern of metabolic increases is similar, although the immature brain undergoes limited or no neuronal loss (Fernandes et al., 1999) . Changes in LCMRglc during latent and chronic phases occur only in regions undergoing neuronal loss in PN21 and adult rats (Dubé et al., 2000a (Dubé et al., ,b, 2001 .
Glucose delivery to the brain is mediated by facilitative transporter proteins. GLUT1 is located at the blood-brain barrier (BBB) endothelium and in glia, ependyma, and choroid plexus (Maher et al., 1994; Kumagai et al., 1995; Vannucci et al., 1998b) . GLUT3 is found in neurons (Maher et al., 1994; Vannucci et al., 1997b; McEwen and Reagan, 2004) . Ketone bodies and lactate are transported to brain via monocarboxylic acid transporters, MCTs. MCT1 is expressed by BBB endothelial cells, ependymocytes, and astrocytes (Pierre et al., 2000; Vannucci and Simpson, 2003; Pierre and Pellerin, 2005) . MCT2 is a major neuronal transporter (Pierre et al., 2000 (Pierre et al., , 2002 Vannucci and Simpson, 2003; Pierre and Pellerin, 2005) . GLUT1 and GLUT3 levels are low in the immature brain and increase concurrently with LCMRglcs (Vannucci, 1994; Vannucci and Simpson, 2003) . MCT1 expression peaks during suckling and declines with maturation as Neurobiology of Disease 43 (2011) 588-597 
